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[ ABSTRACT] Aim To observe the Xue Zhi Kang’ s ( XZK) effect on blood lipid and atherosclerosis ( As) of apolipoprotein

E deficient ( Apo E’) mice. Methods  Six week old Apo E° mice were assigned randomly into hyperlipidemia group ( fed with
saline) and XZK group (fed with XZK) .
They were treated for 14 weeks, then total cholesterol (TC), triglyceride (TG), low density lipoprotein cholesterol (LDLC) and

Six week old heathy mice ( C57BL/ 6] mice) were the normal group ( fed with saline ) .

high density lipoprotein cholesterol (HDLC) were determined, and the aortas were preceded in the formalin for morphological re-
Results TC, TG and LDLC of hyperlipidemia group were significantly higher than those of
The
Compared with normal group, the total

search and photograph analysis.
the normal group; TC, TG and LDLC of XZK group were definitely lower than those of hyperlipidemia group ( P< 0.05).
photography analysis showed that the lesion of hyperlipidemia group was very obvious.
atheromatous plaque square increased obviously (P< 0.05). Morphological reseach showed that As lesions were found in aortas
of hyperlipidemia group and XZK group. =~ While As lesions of hyperlipidemia group were more serious than those of XZK group,
and no As lesions were found in normal group. Conclusion Xue Zhi Kang can lower the serum cholesterol and relieve the As

lesions of the Apo E’ mice.
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Table 1. Comparison of the levels of serum lipids in hyperlipi-
demia group, XZK group and normal group (; ts, n=8,
mmol/ L)

9 A e i I RE 41 1 g R AL TE 5 X HE 41
S H [ 13.15£1.14*  10.67£2.42>  2.075%0.28
Hih =1 3.225%0.74*  1.50%0.41 1.30%0. 18
HDLC 1.95%0.97 1.32+0.63  1.375%0.17
LDLC 11.02+2.57*  6.1%3.57 1.225%0.17

a: P< 0.05, SIEFXMALLE; b: P< 0.05, SEARMEHLLLE.
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Table 2. Comparison of aortic artery square and atheromatous
plaque square in hyperlipidemia group, XZK group and normal
group (n= 8)
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a: P< 0.05, SIEEXTIALLE; b: P< 0.05, L5 &6 ME A L.
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1. FHAEER £ ZFERFR/NRESNRK (10% 10)
Figure 1. Apo E mice’ s aortic atery (10 x 10)
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A: hyperlipidemia group; B: XZK group; C: normal group.
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